A chest radiograph revealed massive enlargement of the cardiac silhoutte and pulmonary oedema.
Next day, the arterial blood gas levels continued to show remarkable hypoxoemia and metabolic acidosis. She was comatose and quadriparetic, but remained responsive to noxious stimuli and could say a few words. The pupils were moitic with light responses. Intermittent spontaneous movements in the extremities persisted and plantar responses were extensor bilaterally. It was noted for the first time that if her neck was laterally rotated she developed a sudden jerking flexion of both shoulders and extension of the arms at the elbows. The movement lasted less than 1 second. The EEG was isoelectic. Later that day, she developed a decerebrate posture; other neurological signs being unchanged, one could still produce movement of the arm with neck rotation. There was occasional movement of the neck towards extension when it was passively and suddenly flexed. The movement varied from moment to moment with neck motion. During that time, she sustained two cardiopulmonary arrests with successful resuscitation. Intermittent spontaneous movement and decerebrate posture with an occasional few words of spontaneous speech persisted unchanged until 11 days after the onset, when the blood pressure progressively failed and the heart stopped. Necropsy was not performed. An pseudohypoparathyroidism. It has since been described in association with many pathological conditions. In our case, it is likely that the underlying cause of basal ganglia calcification was anoxia.
The vulnerability of the basal ganglia, particularly of the globus pallidum, to anoxic injury has long been recognised.6 It is rare for the corpus striatum to suffer this type of anoxic injury without concomitant pallidal injury.
Our case suggests that basal ganglia are not only highly susceptible to anoxic injury and consequent dystrophic calcification, but also that basal ganglia calcification can
